affects men and women equally and occurs in the ®fth decade of life or later. IVL has protean manifestations because it can affect any organ, but there is a predilection to involve the brain and skin. Cerebral involvement is associated with changes in mental status ranging from confusion to dementia, and focal neurological de®cits. The most frequently reported subcutaneous skin changes are nodules or plaques. The nature of the nodules and plaques is highly variable: they are often irregular in shape and can be raised, soft, ®rm, mobile or indurated. They usually appear as violaceous, haemorrhagic, ecchymotic or hyperpigmented lesions 2 . Other cutaneous manifestations include a diffuse black discoloration covering 50% of the body surface, plaques with patchy coagulative necrosis and pitting oedema 3 .
On histological examination, widespread occlusion of small vessels is seen, with malignant mononuclear cells limited to the intravascular spaces. Analysis of surface antigen expression and immunoglobulin gene rearrangement has indicated conclusively that this malignant disorder is lymphoid in origin 4 . Most tumours are of B-cell lineage although rare cases of T-cell-related IVL have been described 3,5 . A noteworthy feature of IVL compared to leukaemia and other forms of malignant lymphomas is that, despite the large number of intravascular tumour cells, these can seldom be identi®ed in peripheral blood smears. Lactate deyhdrogenase and the erythrocyte sedimentation rate tend to be above normal. Cerebrospinal¯uid protein is slightly raised.
Because of a low rate of diagnosis in life, data on therapeutic interventions are dif®cult to analyse. Corticosteroids, chemotherapy, radiation therapy and plasmapheresis have been tried. Anecdotal data indicate that combination chemotherapy is better than steroid alone or than steroid plus radiotherapy 6 . Several reports indicate that long disease-free survival is possible with aggressive combination therapy 3 , but usual survival is only 4±13 months after onset of symptoms 5 . Not all lumps in the penis are a Peyronie's plaque.
A lump in the penis

CASE HISTORY
A man of 61 came to the urology outpatient clinic requesting a second opinion. He was experiencing urinary frequency and urgency as well as erectile dysfunction and had noticed a tender lump at the base of the penis. 6 weeks earlier a consultant urologist had diagnosed Peyronie's disease. On questioning it transpired that 6 years previously he had undergone a right hemicolectomy for an adenomatous polyp and he gave a family history of largebowel cancer, affecting two ®rst-degree relatives. On examination there was a hard, tender dorsal mass at the base of the penis, seeming to involve both corpora. A large mass was also noted in the left iliac fossa. Open biopsy of the penile lesion revealed mucin-secreting adenocarcinoma. On subsequent colonoscopy a large primary adenocarcinoma was found in the sigmoid colon. Magnetic resonance imaging demonstrated the cavernosal lesion and con®rmed the presence of widespread peritoneal disease with omental`cake' (Figure 1 ). Metastases were present in the lungs, pelvis and femur. The patient subsequently underwent chemotherapy and palliative radiotherapy.
COMMENT Secondary malignancies of the penis are uncommon and tend to originate from pelvic urogenital primary tumours (in about 70% of cases 1 ). Colonic adenocarcinoma seldom presents in this way and when it does so the disease process is invariably advanced. The mechanism may be via direct extension, retrograde lymphatic spread, retrograde venous spread, direct arterial extension or secondary embolism 2 . The ®rst sign of metastatic penile disease may be a corporal mass (as in this case), a cutaneous nodule or erythema 3 , malignant priapism 4 or simply nonspeci®c lower urinary tract symptoms. Although penile secondary tumours seem much rarer than Peyronie's disease, clinicians should bear them in mind. Unfortunately, the penis is often overlooked during general examination and thus such lesions are probably under-reported. In patients with learning disabilities, behaviour that is potentially self-injurious poses a formidable challenge. A multidisciplinary approach may be the ®rst strategy.
A man aged 22 with autism and moderate learning disability was admitted to a psychiatric hospital after three months of irritability and destructive behaviour, culminating in a violent outburst towards his father. On the ward he spent much of his time displaying aggressive and obsessional behaviour. In particular, he would intermittently rip, and partly ingest, items of clothing and bed sheets; he also ingested small metal fragments that he could ®nd in his immediate environment. Outbursts of anger and violence towards nursing staff, and episodes of shouting, were thought to be a behavioural expression of abdominal pain and discomfort. On examination his abdomen was mildly distended and non-tender and bowel sounds were loud. There were no signs of acute obstruction. His mental state was dif®cult to assess because of communication dif®culties, though it was clear that no psychosis was present. A plain abdominal X-ray revealed ferrous artifacts in the left upper quadrant and small bowel ( Figure 1 ). Excessive air in the bowel was noted. The following four days were marked by intensely de®ant and potentially self-injurious behaviour. A surgeon said that any static or dangerous artifacts could be removed endoscopically, if located in the stomach. However, after several days of conservative treatment on the psychiatry unit the patient's behaviour settled. Several boluses of partly digested cotton were passed per rectum. A relative later revealed that 2 years previously he had been admitted to a surgical ward with acute intestinal obstruction. On that occasion the cause of the obstruction, a mixture of small stones and a rubber glove, had been passed with conservative management. 
